A 32 year old female with hyperprolactinaemia-galactorrhoea-amenorrhoea due to a right internal carotid artery aneurysm just before its bifurcation is described. She had two episodes of subarachnoid haemorrhage necessitating an emergency internal carotid artery ligation. She responded to bromocriptine treatment with restoration of her menses, normalization of circulating prolactin and disappearance of galactorrhoea.
Introduction
Since the report by Chiari, over a century ago, galactorrhoea has been reported to occur with a variety of endocrine and nonendocrine disorders (Sharp, 1935; Kleinberg et al., 1977) . Subsequently, the development of a sensitive bioassay (Frantz & Kleinberg, 1970; Kleinberg & Frantz, 1971 ) and that of a radioimmunoassay for human prolactin (PRL) (Hwang et al., 1971; Frantz et al., 1972) have improved our understanding of hyperprolactinaemia with or without galactorrhoea. Prolactin secreting pituitary adenomas account for most (40-50%) of such patients (L'Hermite et al., 1977) . Hypothalamic and pituitary stalk lesions including sarcoidosis, tuberculosis, radiation damage, head trauma, and Hand Schullar-Christian disease also give rise to galactorrhoea-amenorrhoea syndrome (Finn & Mount, 1971) . We know of no report of galactorrhoea-amenorrhoea syndrome due to internal carotid artery aneurysm, and now describe one such patient.
Case report
A previously healthy, 32 year old woman was referred for evaluation ofgalactorrhoea. Six months before the detection of galactorrhoea, she was admitted with a history of headache and unconsciousness for 48 h. Seven days later she had a fresh subarachnoid leak. Right carotid angiogram revealed a large internal carotid artery aneurysm arising just before its bifurcation (Figure 1 ). In view of her rapidly deteriorating neurological status and the development of consecutive right optic atrophy, right internal carotid artery ligation was performed. In the following 4 months she became conscious ofgalactorrhoea and on questioning admitted to amenorrhoea for 10 months. Menarchae was at 14 years of age. She had two uncomplicated normal deliveries in 1970 and in 1974. Spontaneous menstrual cycles occurred 6 months after her last baby whom she had breastfed for 9 months. She denied any self medication except for aspirin and was not on oral or injectable contraceptives. General physical examination was normal except for bilateral spontaneous galactorrhoea. Fundus revealed right optic atrophy. There was no neurological deficit. Systemic and pelvic examinations were normal.
Investigations
Routine haematology and biochemistry, and X-rays of the skull, with a coned down view of the sella, were normal. Right common carotid angiogram revealed a large internal carotid artery aneurysm arising just before its bifurcation (Figure 1 1.4, 2.8 nmol/I (normal 3-60 nmol/l), T3 -0.98 ng/ml (normal 0.8-1.6 ng/ml) T4 -110 ng/ml (normal 60-120 ng/ml), TSH 2.1 U/ml (normal <5 U/ml), cortisol Course in the following 18 months She was treated with bromocriptine (Parlodel, Sandoz Pharmaceuticals), initially 2.5 mg/d at night, gradually increased to 10mg/d in three divided doses. Galactorrhoea disappeared completely after 6 weeks of therapy. She had spontaneous menses after 10 weeks of treatment and thereafter they occurred regularly. Her basal prolactin gradually decreased to 640 IU/l. After 6 months of bromocriptine 10mg/day, the dose was gradually lowered to 2.5 mg a.m. and 1.25 mg p.m. and on this she remained free of galactorrhoea, continued to have normal menses and normal circulating PRL. The patient refused surgery on the carotid aneurysm.
Discussion
The cause of galactorrhoea, with or without amenorrhea, is not identifiable in a large number of patients (Kleinberg et al., 1977) . This case highlights one such instance. The long list ofcauses ofgalactorrhoea (Finn &KMount, 1971 ) includes hypothalamic infarction, encephalitis, syringomyelia and pituitary stalk section. Pituitary prolactin secretion is enhanced by lesions in the arcuate and ventromedial nuclei of the hypothalamus (Haun & Sawyer, 1961) and by hypophyseal stalk section (Ehni & Eckles, 1959) . In this patient the aneurysm of the internal carotid artery at the bifurcation is strategically located to interfere with prolactin inhibitory factor (PIF) secretion and thus induce hyperprolactinaemia and lead to galactorrhoea-amenorrhoea. Existence of a pituitary microadenoma is unlikely because of a normal CT scan. Moderately elevated basal prolactin and its doubling by TRH bolus stimulation also supports the diagnosis of pathological hyperprolactinaemia due to causes other than pituitary microadenoma (Kleinberg et al., 1977; Bowers et al., 1973) . Consequent to hyperprolactinaemia, she had hypoestrogen state and anovulation as indicated by low circulating progesterone. Data on other hormones were essentially normal and excluded any significant alterations in other pituitary thyroid and adrenocortical functions. 
